Dr Maynard's review article (June 2000 JRSM, pp. 288± 291) was both interesting and relevant. I was in London during the 1952 smog and can remember trying to feel my way around Clapham Common during what seemed to be perpetual dusk. The accepted explanation for the 4000 or so excess deaths in the 1952 smog was that they were caused by air pollutants compromising lung function. My next two and a half years were spent in Shef®eld in junior hospital posts. In those days, between October and March, Shef®eld seemed to be perpetually smog-ridden with Had®elds and Steel, Peach and Tozer incessantly spewing fumes into the air. Every winter there was a constant¯ow of`blue bloaters' with cor pulmonale requiring admission to the Royal In®rmary and City General Hospital. Many died despite' supplemental oxygen, bronchodilators and excellent nursing care. At about the same time, Dr Charles Davies who was a reader in Professor Charles Stuart-Harris's Department of Medicine was measuring the cerebrospinal¯uid (CSF) pressure in such individuals on and off additional oxygen. He observed that a substantial number of those with chronic bronchitis and emphysema became drowsy and hypoventilated, while their CSF pressure went way up and some developed papilloedema. It was, however, left to Moran Campbell and Keith Westlake to demonstrate that administration of excess oxygen could cause severe hypoventilation and apnoea. In retrospect one wonders how many deaths in the 1952 smog were iatrogenic, precipitated by the administration of excess oxygen. Unfortunately, many recent medical graduates seem unaware that they need to be careful when prescribing oxygen in chronic obstructive respiratory failure lest they precipitate hypoventilation and severe carbon dioxide retention. It would seem that Moran Campbell's superb 1967 Amberson Lecture to the American Thoracic Society is forgotten or at least passe Â, no doubt partly because we see far fewer blue bloaters these days. Like Dr Pearce (June 2000 JRSM, p. 335±336) I suspect that he had cerebral palsy. In daily rehabilitation practice we know that even patients with`stable non-deteriorating' disabilities can worsen slowly over the yearsÐfor example, those with spinal cord injury, amputees, post-polio patients. This is true of patients with cerebral palsy. Claudius experienced bouts of`meteoria'Ðthe petit mal seizures or absences typical of brain damage. He was described as drooling, which is not a feature of dystonia (Dr Rice's proposal).
For me, as a rehabilitation physician, Claudius' historic achievement was to decree freedom for wounded or disabled soldier-slaves or gladiators, who were treated at the Valetudinaria on the small island of St Bartholomew in the River Tiber. 
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